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epithelium, often known as ' LipsehutH bodies.' The persistence of the virtw in
the mouth of healthy subjects pi-ovides a source of fallacy in the investigation
of other virus diseases, and proved a source of error in the early investigations
on lethargic eneephalitis.

J$nw.phalUift. In fatal cases of epidemic typhus fevar
and also in scrub typhus, cerebral lesions in the form of focal ence-
phalitis are usually present ; they are of nature similar to those in
other parts of the body. They are commonest in the medulla and
pons but are also widely distributed especially in the cortical grey
matter, and arc the result of the virus (Rickrtttria.) settling in the
capillary endothelium. Thrombosis within the affected capillaries and
endothelial proliferation then occur, whilst around there is an active
enlargement and proliferation of the mesoglial cells. Polymorpho-
nuclear leucocytes and other cells also take part in the reaction. The
result is the formation of a minute tubercle-like, cellular nodule.
Nerve cells in the vicinity may bo involved and become the prey of
phagocytes. These focal lesions are often very numerous and no
doubt play an important part in producing cerebral symptoms and in
leading to death. A severe meningeal reaction with mononuclear
cell exudatc is often present.

DBMYXLINAT1NQ
This is a convenient term to bring together a number of disorders
which have in common a striking loss of the myolin sheaths within
the central nervous system.   The group includes acuto conditions
associated with infections and sometimes there is considerable cellular
exudation ;  consequently they have been regarded as inflammatory;
there are also chronic disorders in which inflammatory reaction is
minimal and degenerative  changes dominate the picture;   forms
intermediate in both clinical and pathological features are, however,
not very rare.   The etiology and pathogonesis of domyelination are
obscure.   In the acute disorders it is usually strikingly peri vascular
in distribution and may develop with astonishing rapidity, so that
the term acute perivascular mydinodasis is  appropriate.   In the
chronic disorders, on the other hand, the lesions tond to be focal and
not specially perivascular.   A possible clue to the origin of demyelinat-
ing lesions is seen in the occasional occurrence of the typical changes
after protective anti-rabic inoculation, and experimental work has
shown that demyelination may follow repeated parenteral injection
of emulsified tissues from the central nervous system.   The resulting
lesions are thought to be due to the action of antibodies developed
against the complex lipoids of cerebral white matter and the onset
of symptoms is hastened if the emulsified nervous tissue is mixed
with lanolin, paraffin and an adjuvant such as dead tubercle bacilli
(Freund).   In monkeys such, injections have produced acute nervous
lesions with, perivascular demyelination which bear- some resemblance